SUMMARY Four infants in whom excessive secretion of antidiuretic hormone was associated with pulmonary infections are reported. Severe hyponatraemia was noted in 3 of them; in the fourth, fluid restriction may have prevented this complication. 
In several reports associations have been noted between the excessive secretion of antidiuretic hormone (ADH) and disorders encountered in the neonatal period and in later childhood. Those in which pulmonary disorders have been implicated include viral and bacterial pneumonias,1-5 pneumothorax and atelectasis,6 acute asthmatic attacks,7 8 and lung distension during continuous positive airways pressure (CPAP) administration and mechanical ventilation9 (although some of the neonates in the last-mentioned series also had intracranial disease).
This report draws attention to the consequences of excessive secretion of ADH in association with common pulmonary infections in infancy. The severity and rapidity of development of hyponatraemia that resulted in 3 of the cases is noteworthy. In In all 3 infants with hyponatraemia, the low plasma sodium level was related to severe pulmonary dysfunction as shown by hypoxaemia and hypercarbia. Neither on clinical evidence nor on the basis of biochemical and sequential body weight measurements was dehydration present. The clinical history of Case 1, and measured fluid intakes of Cases 2 and 3, indicated that there had been no excessive fluid intake during the 24 hours preceding the detection of hyponatraemia, neither had there been any apparent abnormal fluid losses. In Cases 1 and 3, who had been on free fluids, intake was below normal because of feed refusal. It is noteworthy that Case 2 became hyponatraemic despite fluid restriction (100 ml/kg per day) whereas this degree of restriction was sufficient to prevent hyponatraemia in Case 4. In Cases 2 and 4, the level of ADH was found to be increased in the acute phase (Table 1) .
In Cases 1, 2, and 3 the urine solute concentrations were inappropriately high for the degree of plasma hypotonicity present (Table 1) . During the period of maximal hyponatraemia, measured total cation excretion was low in all cases. Whereas in Cases 1 and 2, small volumes of urine with high concentrations of sodium and potassium were excreted, in Case 3 (the most severely hyponatraemic) urine sodium concentration was low. Aldosterone secretion has been shown to continue once a new steady state is reached in SIADH so that sodium excretion reflects intake.27 Absence of continued natriuresis in the presence of sodium deprivation in SIADH has been noted previously. 28 Despite the high degree of correlation between serum sodium concentration and the ratio of the sum of the total body exchangeable sodium and potassium to total body water in normal individuals, it has not been possible to account for the degree of hyponatraemia induced by acute water loading on the basis of urinary cation (Na and K) loss and body water gain in cases where ADH is being excessively secreted.28-30 Attention has also been drawn28 to the lower than predicted rise in plasma sodium after sodium administration in SIADH. Explanations have invoked the concept of an altered body sodium and potassium distribution, and a low total body exchangeable potassium with increased muscle sodium content has been reported. 3032 Of interest in this regard are the observations on sodium and potassium balance in Case 1. During the hyperosmolar sodium chloride administration, balance studies indicated that between 12 and 19 mmol sodium remained unaccounted for (Table 2) , (Fig. 1) . On the seventh day of fluid restriction the urine specific gravity suddenly fell. It seems probable that there was excessive ADH secretion throughout this period causing water retention. The fact that the body weight remained stable despite increased metabolic needs (pyrexia, tachycardia, tachypnoea) while the baby was receiving a low calorie intake enforced by the fluid restriction, supports this view as does the observation that the body weight on recovery was some 250 g below the admission weight. Catabolism 
